. Earlier exposure also resulted in teratogenic changes in the fetus (Gaulier & Roux, 1970) . Since Gomes et al. (1973) . The average recovery of testosterone was 78 to 85 % ; testosterone levels were corrected for procedural losses. The minimum sensitivity of the method was 50 pg testosterone and the coefficient of variation for duplicate samples was 8%.
As shown in Table 1 , male rats exposed to busulphan in utero had lower body weights than controls at 21 (not significant), 40 (P<0-01) and 60 (P<0-01) days of age. Testis weights were lower (P<0-01) in treated rats in all three age groups and the seminal vesicles of rats treated with busulphan were smaller (P<0-01) in both age groups where these glands were weighed. Adjustment of testis and seminal vesicle weights for differences in body weight, by analysis of covariance (Harvey, 1960) , reduced the difference in seminal vesicle weights to non-significant levels; the testes of treated rats were smaller (P<0-01) even after adjustment.
No teratogenic changes were found in treated rats and their health, vigour and activity appeared normal. (Table 2 ). The concentrations of testosterone in the testes (ng/g wet weight) were higher in busulphan-treated rats at 21 (P<0-01) and 40 (P<0-01) days, but did not differ from those of controls at 60 days of age ( Table 2) .
The histological appearance of testes in this study was similar to that found by other workers studying exposure of rats in utero to busulphan (Hemsworth & Jackson, 1963; Gaulier & Roux, 1970) . All studies showed apparently selective destruction of all fetal spermatogenic tissues when female rats were treated at PLATE 1 Photomicrographs representing cross-sections of testes from control rats and rats exposed to busulphan in utero. All 123. Fig. 1 . 21-day-old control rat. Fig. 2 . 21-day-old rat treated with busulphan. Fig. 3 . 40-day-old control rat. Fie. 4. 40-day-old rat treated with busulphan. Fig. 5 . 60-day-old control rat. Fig. 6 . 60-day-old rat treated with busulphan. (Facing p. 132) 13 to 15 days of pregnancy; later treatment was less effective (Hemsworth & Jackson, 1963) , and earlier administration resulted in non-specific abnormalities (Gaulier 8c Roux, 1970) . Although no gross abnormalities were observed in this study, rats exposed to busulphan grew more slowly than controls; this may reflect differing androgen levels, but is more likely to reflect non-testicular effects of busulphan. If, for example, the normal development of the hypo¬ thalamus or the pituitary were also retarded by busulphan, deficiencies in growth hormone and gonadotrophins, which might be unrelated to sperma¬ togenic function, could also explain the results found. Pinto-Machado (1970) reported a generalized deleterious effect on growth and vigour, and specific changes in the thymus, of mice exposed to busulphan during Days 13 to 18 of fetal life. 
